Pneumonia and cardiac arrhythmias represent the most common life -threatening complications during delirium tremens. Electrolyte abnormalities are common underlying conditions in chronic alcoholics and they may further com plicate the management of patients with alcohol-withdrawal syndrome or with delirium tremens. The authors present two cases in which the clinical picture of severe paralytic ileus complicating delirium tremens was closely associated with electrolyte status and postulate that the two were cause-effect related. A careful electrolyte supplement therapy guided by a strict monitoring of electrolyte balance and renal function proved to be particularly useful in successful manage ment.
In alcoholics, severe electrolyte imbalance as well as blood sugar and gas abnor malities may occur unpredictably. It has been shown that seven to ten hours after alcohol withdrawal, respiratory alkalosis induces a rise in arterial pH and a drop in serum magnesium.4 The incidence of hypomagnesemia among alcoholics is over 20%
and is even more frequent in patients in DT or in alcohol withdrawal.5.6 The major contributing mechanism of this deficiency is an alcohol-induced magnesium diuresis which may lead to urinary losses two to three times normal value even in the presence of total body magnesium deficit.7,8 This is in contract to what happens in other situa tions of magnesium deficiency of extrarenal origin in which tubular reabsorption is en hanced so that magnesium virtually disappears from urine.
We have presented two cases in which severe electrolyte abnormalities played a major role in the management of paralytic ileus complicating DT. In the first case alcohol intoxication was the cause of DT, whereas in the second, administration of steroids probably triggered the onset. The latter case showed more profound and pro longed electrolyte derangements affecting the cardiac function and the recovery of nor mal gut motility. Both our patients presented with frank phosphaturia and magnesuria at a time when blood levels of these divalent ions were abnormally low. Since we can not ascribe this finding to massive volume expansion, it suggests defective proximal tubular reabsorption of these minerals. Unlike chronic ethanol intake, acute ingestion may give bouts of urinary magnesium losses. It was of interest that in case 1 there had been a recent change in drinking habits with heavy week-end alcohol binges. Hypo magnesemia, in turn, may cause a large phosphouresis' which can worsen the neurologi cal and cardiac disturbances. An underlying phosphate deficiency is usually observed in alcoholics as a result of malnutrition, repeated episodes of acidosis and vomiting.10
Further, a marked phosphorus cell influx takes place due to hyperventilation, often present in these patients. An excessive urinary phosphate excretion was a common feature of both cases and in patient 2 persisted for a few days. 
